Neurologists are often consulted for diagnosis and management of neurologic complications in patients undergoing therapy for cancer. Pediatric patients with cancer, often undergoing the same types of therapy as adults with cancer, may experience different adverse events. The set of neurologic complications in children differs from that in adults and the neurologist must take into account the continuing growth and development of the patient as well as significant differences in primary diagnosis across the population. Correctly recognizing complications and initiating prompt treatment may reduce pain and prevent further progression and permanent deficits. Herein, we review the most recent literature on the neurological complications of cancer therapy organized by frequency in the pediatric population. In the United States in 2013, nearly 1.7 million adults were diagnosed with cancer, and, when adjusted for life expectancy, the 5-year relative survival rate was 68%. In contrast, only 11,630 children between the ages of 0-14 years will develop cancer, and the 5-year relative survival rate from 2002-2008 was 83%.
In the United States in 2013, nearly 1.7 million adults were diagnosed with cancer, and, when adjusted for life expectancy, the 5-year relative survival rate was 68%. In contrast, only 11,630 children between the ages of 0-14 years will develop cancer, and the 5-year relative survival rate from 2002-2008 was 83%. 1 Neurologic complications are common in patients with systemic malignancies, and neurologists are often consulted for diagnosis and management. While there are numerous reports in the literature reviewing neurologic complications and their prognoses in adults with cancer, 2 there remains a relative paucity of literature concerning the neurologic sequelae in the pediatric cancer population. Pediatric cancer patients receive many of the same therapies as their adult counterparts including surgery, chemotherapy, and radiation; however, because children are still growing and developing, they may experience different adverse effects. Furthermore, prostate, lung, colon, and breast cancer comprise a large plurality of malignancies in adults while central nervous system tumors and leukemia/lymphoma represent the majority of malignancies in children. 1 Therefore, it is important to recognize complications in the pediatric population as disparate from those occurring in adults. Diagnosing such complications correctly and initiating treatment quickly may reduce pain and prevent further progression and possibly, permanent deficits.
We review the most recent literature on the neurological complications of cancer organized by frequency in the pediatric population. The complications below occur primarily in the acute and subacute settings. Please refer to the article by Roddy and Mueller in this issue for a discussion of some of the neurologic sequelae in survivors of childhood cancer. 3 
Headache
In general, childhood headaches are rarely caused by a serious underlying disorder and as a result, can safely be attributed to primary headache syndromes. 4 Primary headache syndromes will not be discussed in this article. Instead, emphasis will be placed on recognizing important clues in the history and on physical examination in pediatric oncology patients with headache to guide the evaluation and treatment.
Intracranial Parenchymal or Leptomeningeal Metastatic Disease
Headaches are the most common presenting symptom of children with space occupying intracranial lesions, and, over the course of their disease, up to two-thirds of children will complain of headache. 5, 6 Pathology in the brain parenchyma alone typically does not cause headache, as brain tissue is devoid of pain receptors. Primary intracranial tumors, metastatic disease, or cerebrospinal fluid involvement can result in pain secondary to direct local invasion and/or compression of pain sensitive intracranial structures or increased intracranial pressure resulting from mass effect or hydrocephalus (Table 1) . 5 Certain characteristics of headache should prompt further evaluation in the pediatric population. In children who carry a diagnosis of a primary headache syndrome, any change in the established headache pattern, an increase in severity or frequency of headaches, or changes in the pain quality should warrant additional workup. 7 A history of early morning headache or a headache that awakens a child from sleep is worrisome. Acute headaches associated with episodes of confusion or any focal neurological deficits are also of concern. Headaches that worsen with positional change, cough, or Valsalva suggest raised intracranial pressure, as do nausea/vomiting, peripheral visual loss, diplopia, gait unsteadiness, urinary incontinence, or seizures. Finally, a migrainous headache in a patient without a family history of migraine should also prompt neuroimaging.
New onset headache in children less than 3 years of age should prompt a workup, as primary causes of headache are not common at this age. Table 2 lists the signs and symptoms in young children, nonverbal children, or children with cognitive delay.
Hydrocephalus
Obstructive or noncommunicating hydrocephalus is the result of obstruction in the normal cerebrospinal fluid flow through the ventricular system as a result of either mass effect or direct tumor growth. Metastatic disease to the leptomeninges and/or the cerebrospinal fluid may cause nonobstructive or communicating hydrocephalus as cellular debris and increased cerebrospinal fluid protein impair cerebrospinal fluid absorption.
Therapy Related
Chemotherapeutic agents, both intravenous and intrathecal, may cause headaches. Intrathecal chemotherapy may cause chemical meningitis presenting with headaches, fever, and nuchal rigidity 2-4 hours post-lumbar puncture; however, central nervous system infection must be excluded in this immunosuppressed patient population. Retinoids, steroids and therapy related metabolic or endocrinologic disruptionmay cause pseudotumor cerebri, which may result in headaches. Low pressure headaches which worsen on sitting or standing may develop after lumbar puncture due to cerebrospinal fluid leak. Hydration, intravenous caffeine or a blood patch may be used to treat postlumbar puncture headache. In a patient who has a history of postlumbar puncture headaches and requires more lumbar punctures, using a smaller bore needle with minimal trauma may prevent headache. Patients receiving external beam irradiation to the brain may develop headaches due to pseudoprogression, transient increase in lesion size, or surrounding edema presumably due to cytotoxic damage. Steroids can help mitigate symptoms.
Infectious Causes
The development of headaches plus associated fever and nuchal rigidity manifesting 24 hours after intracranial or intrathecal chemotherapy is most commonly seen in bacterial meningitis. Of note, immunosuppressed patients may not mount a fever or develop nuchal rigidity. Thus, regardless of the time course or clinical presentation, a lumbar puncture should still be strongly considered unless contraindicated (see below for contraindications to lumbar procedures). In children immunosuppressed to prevent graft rejection following transplant, mortality associated with meningitis approaches 50%, with a delay in diagnosis significantly increasing morbidity and mortality. 8 Atypical pathogens including, but not limited to atypical bacteria, human herpesvirus 6, cytomegalovirus, Epstein-Barr virus, varicella zoster virus, herpes simplex virus, enterovirus D3, and parasitic infections, must be considered and appropriate coverage initiated. Brain abscesses can be seen in severely immunocompromised patients, particularly those who have received bone marrow transplant. These lesions are typically ring enhancing on the T1 postcontrast magnetic resonance imaging (MRI) of the brain. Other infectious processes that can result in headache include upper respiratory illness resulting in sinusitis or otitis media. Infectious disease consultation may be helpful.
Intracranial Hemorrhage
Spontaneous intracranial hemorrhage or hemorrhage into central nervous system lesions may cause headaches, especially in the setting of therapy induced thrombocytopenia (most likely with platelet count <10 K/mcL) or anticoagulation. When intracranial hemorrhage causes headache, the mechanism may be related to mass effect of the bleed and or meningeal or ependymal irritation. Specifically, L-asparaginase is associated with cerebral thrombosis with secondary intracranial hemorrhage or primary hemorrhage because of coagulation protein deficiencies. 9 Bevacizumab and other anti-VEGF agents may also increase the risk of bleeding.
Cerebral Venous Sinus Thrombosis
Cancer can cause hypercoagulability, and, as a result, patients may develop thrombi. In cerebral venous sinus thrombosis, headaches are typically of gradual onset with pain located along the vertex and can be associated with increased intracranial pressure. Focal deficits can occur in the setting of venous congesting strokes, seizures, or encephalopathy. Dehydration is a risk factor for developing cerebral venous sinus thrombosis which is common in children with chronic nausea and poor oral intake. Cerebral venous sinus thrombosis may be seen following the use of L-asparaginase use and/or steroids. 9 
Evaluation of Headaches
History and examination. The differential diagnosis for headaches is usually elicited from the history. Excellent clinical examination, including funduscopy, is essential but may be difficult in encephalopathic or young patients who are not able to fully participate.
Imaging. While MRI of the brain with and without contrast is the gold standard in evaluating intracranial pathology, noncontrast head computed tomography (CT) is the preferred modality for detection of intracranial hemorrhage. For patients with suspected hydrocephalus, a shorter noncontrast MRI technique (called MRI hydrocephalus at our institution), may be considered especially in young or unwell patients unable to undergo full MRI. MR venogram can evaluate for cerebral venous sinus thrombosis. Anesthesia may be necessary in younger patients to obtain the highest quality imaging by minimizing motion generated artifact.
Lumbar puncture. Cerebrospinal fluid should be sampled to rule out a central nervous system infection or metastatic leptomeningeal disease. Neuroimaging with MR brain imaging or head CT should be performed prior to performing lumbar puncture in patients who are encephalopathic, not otherwise able to tolerate a comprehensive examination, have focal neurological findings, have known leptomeningeal disease, known brain metastasis, or a history of hydrocephalus. If neuroimaging reveals obstructive hydrocephalus, low lying cerebellar tonsils, or other signs of herniation, a lumbar puncture should not be performed. In addition, prothrombin time/partial thromboplastin time and more importantly platelet count should be checked to rule out any contraindicating coagulopathy.
Treatment of headaches. Treatment depends on the underlying etiology. Steroids may be helpful in cases of mass related increased intracranial pressure. Lumbar puncture related low pressure headaches may be treated with IV caffeine or a blood patch. Migraine or tension headaches can be treated with a variety of therapies for non-cancer-related head pain, as long as the therapies do not compromise ongoing tumor directed therapy (for example avoid the use of enzyme inducers, which may alter the metabolism of certain chemotherapies).
Seizures
Seizures are a common complication in children with primary brain tumors. 10 Approximately half of all children with a structural lesion develop epilepsy. 5 However, even in the absence of a structural lesion, 8-10% of children with hematologic cancers and 10% of children post bone marrow transplant can develop seizures with one-third progressing to epilepsy. 11 An increase in seizure frequency, regardless of known intracranial pathology, can be due to a single or any multitude of provoking etiologies (see Table 3 ). 12 Busulfan, used as a myeloablative conditioning agent in children undergoing hematopoietic stem cell transplantation, may lower seizure threshold. 13 Chimeric antigen receptor T-cell therapy, a promising new treatment for certain leukemias and other malignancies, may also be neurotoxic and result in intractable seizures.
14 Levetiracetam is used as prophylaxis in patients at high risk for seizures.
While convulsive or tonic-clonic seizures are more overtly identifiable, patients in nonconvulsive or subclinical status epilepticus have frequent or continuous electrographic seizures without loss of consciousness or convulsions. 12 Clinical findings can include any of the following: agitation or other mood disturbance, disruptive behavior, mutism, staring, oral automatisms, hallucinations, or lethargy.
Posterior Reversible Encephalopathy Syndrome
Posterior reversible encephalopathy syndrome is seen primarily in cases of hypertension. Clinically patients develop headaches, seizures, changes in vision, and altered mentation. 15 Radiographically, imaging reveals edematous changes visible on fluid-attenuated inversion recovery and diffusion weighted imaging sequences primarily in the posterior regions of the brain (Figure 1) . While a majority of children will be hypertensive for their age at the time of diagnosis, an acute increase in systolic blood pressure is not necessary for the development of posterior reversible encephalopathy syndrome in children who are also receiving cancer-directed treatment. 16 Chemotherapeutic agents may cause endothelial dysfunction with subsequent disruption of the blood-brain barrier and, as such, result in a loss of the protective autonomic vasoconstrictive ability seen primarily in the posterior circulation of the brain. 17 Consequently, this syndrome may be more prevalent not only because of increased awareness, but also because of a vast array of immunomodulating and more potent chemotherapies. Monoclonal antibodies, including rituximab and bevacizumab, as well as immunosuppressive agents including cyclosporine, tacrolimus, and high-dose corticosteroid therapy, may cause posterior reversible encephalopathy syndrome. 17 Posterior reversible encephalopathy syndrome is most often observed in the setting of IV and IT methotrexate administration during induction in patients with acute lymphoblastic leukemia but other agents have also been implicated. 15 Posterior reversible encephalopathy syndrome has also been reported in patients with neuroblastoma receiving anti-GD2 monoclonal antibody therapy. 18 Treatment includes antiepileptic drugs administration, cessation of the offending drug, reduction in blood pressure, and monitoring for seizures. Recently dextromethorphan has been used to decrease methotrexate neurotoxicity in some patients. 19 Neurological deficits, particularly vision loss, may not be reversible.
Evaluation of Seizures
Blood work should be ordered to identify a toxic-metabolic etiology including toxicology screen and metabolic panel to look for derangements of sodium, magnesium and calcium. Intracranial disease may disrupt the hypothalamic-pituitary axis, in which case an endocrinology consult is advised. Since systemic infections decrease the seizure threshold, blood cultures, urinalysis, urine culture, and a chest x-ray should be 
Treatment of Seizures
Treatment of underlying etiology of seizures. Correction of electrolyte disturbances, treatment of infections, evacuation of hemorrhage, and reduction of hypertension in the case of posterior reversible encephalopathy syndrome may treat seizures. In some cases antiepileptics may be required transiently while the underlying etiology is treated. Careful selection of antiepileptic drugs is critical. 10 Enzyme inducing antiepileptic drugs may alter metabolism of chemotherapeutic agents, resulting in reduced efficacy or excessive toxicity. Valproic acid, which also has potential antitumor effect as a histone deacetylase inhibitor, may be used in patients over age 2 years with adequate hepatic function. 20 Antiepileptic drugs that are renally excreted, like levetiracetam, have few drug-drug interactions. Antiepileptic medications can exacerbate symptoms of fatigue, poor concentration, lethargy, and confusion, so slow uptitration is recommended to improve compliance. In particular, levetiracetam may cause behavioral disturbances which can sometimes be treated with pyridoxine.
Surgery. Tumor resection can abate seizures, and, in some children who have refractory epilepsy, surgery should be considered.
Altered Mental Status
Encephalopathy in children with cancer may occur because of new or worsening intracranial disease, posterior reversible encephalopathy syndrome, seizures, and hydrocephalus. Other etiologies are discussed below.
Medications/Therapies
Medications may act centrally or may induce toxic-metabolic derangements causing a secondary change in mental status. For example, intrathecal methotrexate can result in leukoencephalopathy while radiation somnolence syndrome is a wellrecognized but poorly understood acute side effect of radiation therapy. 21 Ifosfamide infusion may result in depressed consciousness and/or seizures. Treatments for ifosfamide toxicity include slowing down infusion rate, IV methylene blue, and thiamine. 22 
Wernicke's Encephalopathy
Wernicke's encephalopathy is an important, treatable neurologic complication seen in oncology patients who may have compromised nutritional status. Dietary intake of thiamine is reduced due to poor oral intake in the setting of chronic anorexia and vomiting. 16 MRI brain findings include increased signal intensity surrounding the third ventricle and periductal gray matter with fluid-attenuated inversion recovery changes in the thalamus. Nystagmus and abnormalities in extra-ocular movements may be observed. Pretreatment thiamine level should be drawn, and then treatment with IV thiamine should begin.
Hyponatremia
Hyponatremia is a known complication of neurosurgical procedures and is associated with high morbidity. 23 In a retrospective cohort study of children age 0 to 19 years who underwent a neurosurgical operation for an intracranial tumor, hyponatremia during admission occurred in 12% of patients. Low sodium was most commonly seen in younger children and those with obstructive hydrocephalus. This metabolic derangement resulted in altered mental status (41%) and seizures (21%). Overall, hyponatremia was independently associated with worse neurological outcome when adjusted for age and tumor factors.
Opsoclonus-Myoclonus-Ataxia Syndrome
Opsoclonus-myoclonus-ataxia, a paraneoplastic syndrome is comprised of rapid, irregular, conjugate eye movements, myoclonus, rage attacks, and ataxia. Opsoclonus-myoclonus-ataxia occurs in 2-3% of patients with neuroblastoma, often preceding the diagnosis. 24 Meta-iodo-benzyl-guanidine imaging reveals neuroblastoma lesions in the adrenal gland or anywhere along the sympathetic chain. Patients with Opsoclonus-myoclonus-ataxia usually has favorable histology associated with low stage neuroblastoma, and surgery alone may be curative. 25 Cerebrospinal fluid evaluation reveals B-cell clones, 26 though lumbar puncture should be avoided in patients with bone marrow disease for fear of seeding the cerebrospinal fluid. 27 Unlike other paraneoplastic syndromes, no specific antibody has been identified in this syndrome but recently neurofilament light chain was noted in the cerebrospinal fluid of patients with Opsoclonus-myoclonus-ataxia. 28 Tumor resection may transiently increase symptoms, so administration of intravenous immunoglobulin perioperatively is recommended. The mainstay of therapy is immunomodulation which may include monthly intravenous immunoglobulin (1gm/ kg/dose), intramuscular adrenocorticotropic hormone at 75 IU/ m2/day,rituximab (or ofatumumab) at 375 mg/m2/week for 4 consecutive weeks, 29 and/or dexamethasone pulse dosing. 30 Patients with Opsoclonus-myoclonus-ataxia should not receive immunizations, as any stimulus to the immune system may exacerbate symptoms. Motor deficits typically resolve, but moderate cognitive and behavioral impairments tend to persist. 
Anti-N-methyl-D-Aspartate Receptor Encephalitis
Another paraneoplastic syndrome, anti-N-methyl-D-aspartate receptor encephalitis results from immune-meditated production of antibodies to the NR1 subunit of the NMDA receptor. In adults, these antibodies are associated with ovarian teratomas and less commonly with small-cell lung cancer, Hodgkin's lymphoma, NB, breast cancer, and germ-cell tumor of the testes. The majority of pediatric patients, however, have no identifiable tumor. A prodromal phase can include fever, headache, upper respiratory symptoms, nausea, vomiting, and diarrhea. Psychological changes are the prominent presenting symptom and include amnesia, personality changes, and hallucinations, which rapidly evolve into psychosis and bizarre behavior followed by a diminished level of consciousness. Patients develop catalepsy-like symptoms with dystonia and opisthotonus. Autonomic manifestations including cardiac arrhythmias, hyperthermia, hypertension, and central hypoventilation may be seen in children but are more common in adults. Children more commonly have enuresis and hypersomnia. Neurologic sequelae include refractory seizures, as well as aphasia and dyskinesias of the orofacial muscles, limbs, and trunk.
MR of the brain can be normal early on but later fluidattenuated inversion recovery hyperintensity, primarily in the medial temporal lobes, but also in the cerebral or cerebellar cortex, can be seen. Initially EEG reveals diffuse delta activity with paroxysmal discharges, also known as an extreme delta brush pattern. 32 Lymphocytic pleocytosis with or without an elevation in protein is seen in the cerebrospinal fluid; serum and cerebrospinal fluid reveal anti-N-methyd-D-Aspartate receptor antibodies, the defining feature of this condition. Treatment includes appropriate body imaging to identify a tumor. In pediatric patients if no tumor is identified, emphasis should be placed on treatment. Therapeutic interventions include pulse dosing of methylprednisolone and intravenous immunoglobulin or plasmapheresis. Second line therapy includes rituximab and/or cyclophosphamide. Complete recovery is possible over months to years, but symptom relapses may occur. In this case, patients should be reevaluated for the presence of tumor. 33 
Posterior Fossa Syndrome
The majority of pediatric brain tumors are located in the posterior fossa. Posterior fossa syndrome (also known as cerebellar mutism), develops in 25-40% of patients who undergo surgical resection of these lesions. 34 Clinically, patients present with varying degrees of mutism, hypotonia, pseudobulbar dysfunction, agitation, ataxia, inattention, vomiting, and incontinence typically within 12 to 48 hours of surgery. 34 While the localization and cause of posterior fossa syndrome remains elusive, recent imaging studies including diffusion tensor imaging, suggest that injury to the bilateral superior cerebellar peduncles, particularly higher in the fourth ventricle, is associated with a greater risk of developing posterior fossa syndrome. 34, 35 In patients with severe posterior fossa syndrome, 66% continued to have language dysfunction at 1 year. Recovery from physical effects as well as emotional lability may take days to months and some patients may have persistent deficits for years. 34, 36 Zolpidem may improve speech in some patients with posterior fossa syndrome. 37 
Evaluation for Altered Mental Status
Standard work-up should include a complete blood count, renal panel, liver function tests, vitamin B1, vitamin B2, vitamin B12, thyroid studies, blood culture, urine toxicology and cultures. Cerebrospinal fluid studies should include cell count, protein, glucose, and, if indicated, oligoclonal bands, bacterial and viral studies, cytology, flow cytometry, and paraneoplastic panel. Finally, neuro-imaging and EEG may be helpful.
Back Pain
The prevalence of back pain in adolescence is approximately 30%. 38 Signs and symptoms suggesting more serious causes of back pain include pain in children younger than age 11 years; constant pain, lasting weeks; pain that occurs spontaneously, at rest, or when lying supine; pain that interferes with activities of daily living; pain associated with limitation of movement; pain associated with neurological deficit; and pain in children diagnosed with cancer (Table 4) . Of note, methotrexate or cytarabine-associated acute transverse myelitis 
Evaluation of Back Pain
Back pain is more frequently observed in adult cancer patients, as the most common malignancies in adults (breast, lung, and prostate) can present with bony metastases. Nevertheless, pediatric cancer patients with back pain should receive a thorough workup to preemptively identify any lesions that could result in spinal cord compression, spinal instability, or cauda equina syndrome. The patient should be asked about constipation, urinary retention, and, if applicable, erectile dysfunction. Examination should include testing for Lhermitte's sign, straight leg raise, and evaluation for focal spine tenderness; neurologic exam should test strength, sensory level, reflexes, gait, and rectal tone (if patient is not neutropenic). MRI with and without contrast of the total spine is the preferred method of evaluating the complaint of back pain.
Treatment
Aggressive treatment at time of presentation should be pursued because of the high likelihood that neurological function may be restored. In fact, a majority of children have a relatively good prognosis with near full recovery after intervention for spinal cord compression. Treatment is variable but typically begins with high dose corticosteroids unless the spinal mass is the initial manifestation of cancer; steroids may completely abolish an as yet undiagnosed lymphoma, which cannot then be further characterized. Depending on the type of cancer, chemotherapy, radiation, and/or surgery should be considered.
Sensory/Neuromuscular Junction/Muscular Complications Peripheral Neuropathy
Chemotherapy induced peripheral neuropathy is a well recognized syndrome which typically causes weakness and sensory loss distally. 39 Severity of chemotherapy induced peripheral neuropathy depends on the dose and duration of treatment. 40 Diminished reflexes are usually the initial sign of neuropathy followed by dysesthesia/paresthesias in the feet then the hands. Loss of proprioception and vibration may also occur. Sensory disturbance may accompany motor weakness or be independent. Weakness can be demonstrated peripherally by wrist or foot drop but can also manifest as diplopia due to cranial neuropathies. In children, pain may be the first indication of a neuropathy. Chemotherapy induced peripheral neuropathy can improve with dose reduction or cessation of the offending medication, but the symptoms of neuropathy may continue regardless of intervention. 40 Agents that typically cause chemotherapy induced peripheral neuropathy include vincristine, thalidomide, platins, taxanes, and bortezomib. Antibiotics like voriconazole may also cause neuropathy. Malnutrition associated vitamin B12 deficiency can contribute to the neuropathy. Current American Society of Clinical Oncology guidelines do not recommend any agents for use in prevention of chemotherapy induced peripheral neuropathy. Pressure palsies in the setting of cachexia should be considered, particularly in an isolated ulnar or peroneal neuropathy. 41 
Neuromuscular Junction
Myasthenia gravis has been reported in patients who develop severe graft versus host disease after bone marrow transplant. 42 Lambert-Eaton myasthenic syndrome has been reported in children diagnosed with neuroblastoma. 24 
Myopathy
Long-term steroid use may induce myopathy which manifests as proximal weakness which improves following a steroid taper. Critical illness myopathy can be seen in intensive care unit patients.
Evaluation of Weakness and Sensory Changes
Neurologic examination and medication review can help distinguish among peripheral nerve, neuromuscular junction and muscle pathology. In some cases a Tensilon test, electromyography, and nerve conduction studies may help support the diagnosis.
Treatment
Treatment usually consists of dose reducing or completely eliminating the offending agent. Dysesthesia may be relieved long-term with gabapentin and pregabalin, or acutely with methadone. Neuromuscular junction disturbances may be treated with immunosuppressives and/or pyridostigmine. Physical and occupational therapy as well as ankle foot orthotics may help with weakness.
Other Complications Visual Complaints
Visual dysfunction can be the direct or indirect result of cancer and/or related treatments. Tumors, tumor-associated edema, paraneoplastic syndromes, and leptomeningeal disease, among other insults located at any point along the optic pathway from the retina/optic nerve to the occipital lobe, can result in decreased visual acuity or vision loss, whereas involvement of cranial III, IV, VI nuclei, their nerves, or the innervating extra-ocular muscles can result in diplopia. Increased intracranial pressure can result in bitemporal hemianopsia or diplopia. Medication side effects of opioids, steroids, antiepileptic medications, or chemotherapy can also cause visual disturbances. Evaluation by a neuro-ophthalmologist is recommended for a dilated funduscopic examination, formal visual field testing, and/or optical computed tomography if indicated.
